this is more marked in patients with Gilbert's syndrome and is particularly apparent following fasting. The results on fasting Mr R H were very similar to those found by Felsher et al. (1970) in a group of patients with Gilbert's syndrome, in whom the rise was much more dramatic than in fasting normal subjects.
The single case presented here exemplifies the possibility that post-hepatitis unconjugated hyperbilirubinemia is not a specific complication of hepatitis but is the normal state of a subject with Gilbert's syndrome who has recovered from an incidental attack of hepatitis. Mr A H, aged 33. Shoe shop manager History: Attacks of rheumatic fever occurred at the age of 12 and 27 and mitral and aortic valve disease followed the first attack. In December 1969, at age 30, he was first treated with digoxin and diuretics for increasing breathlessness. By October 1970 he had developed clinical signs of aortic, mitral and tricuspid valve regurgitation. Before this admission for cardiac assessment he had been able to cope with his work and had no new symptoms apart from a progressive but moderate restriction of exercise tolerance.
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On examination: No fever but marked malar flush and moderate clubbing of fingernails. Liver palpable at 4 cm and spleen at 10 cm below costal margin. Pulses collapsing, with prominent systolic waves in jugular venous pulse. Systolic thrill at left sternal edge, loud ejection murmur and early diastolic murmur, pansystolic murmur at apex.
Investigations: Hb 15.8 g/100 ml. WBC Table 1 . Chest X-ray showed some cardiac enlargement, with prominence of upper lobe vessels. ECG showed sinus rhythm with incomplete right bundle branch block.
Management: Intravenous penicillin and streptomycin were given until the diagnosis of rickettsial endocarditis was made, when he was given tetracycline (Lymecycline) in a total dose of 2 g/day.
Cardiac catheterization with angiograms confirmed gross mitral regurgitation with aortic and tricuspid valve regurgitation. After treatment for three months with tetracycline, excision of the diseased valves and homograft replacements were carried out in September 1971 (Mr M H Yacoub, at Harefield Hospital). The mitral valve was severely deformed with nodular calcification and the cusps of the aortic valve were thickened and shrunk. The tricuspid valve ring was dilated and a small secundum atrial septal defect was discovered. The aortic and mitral valves were replaced with homografts, the atrial septal defect was repaired, and tricuspid annuloplasty carried out.
Postoperative progress has been good and four months after operation he returned to his usual work with only slight residual exertional dyspnoea. Digoxin and diuretics were stopped and at six months after operation, the heart valves all appeared clinically fully competent. A reduction of the Phase I antibodies has occurred (Table 1) . It is proposed to continue therapy with tetracycline 2 g daily for at least two years. Discussion Q fever endocarditis is uncommon but needs to be excluded as a cause of any suspected infective endocarditis and distinguished from the more common bacterial forms from which it cannot be differentiated clinically. Kristinsson & Bentall (1967) reviewed a total of 16 cases. A further 10 have been reported (Meyers 1968 , Walters 1968 , Williams et al. 1968 , Lamb et al. 1969 , Morgans & Cartwright 1969 , Turck & Matthews 1969 , Hurley 1970 , Tunstall Pedoe 1970 and Freeman & Hodson 1972 .
It is of interest that there has been a predominance of males in the reported cases; among the 26 described and the present patient, there were 23 males and 4 females. The aortic valve is more commonly affected than the mitral; in 23 of the patients described, 19 had proved or probable aortic valve damage and 6 had mitral. In contrast, in a large series of necropsy cases of infective endocarditis, the mitral valve was found to be affected more often than the aortic (Lepeschkin 1952) .
Phase II antibodies to R. burneti may occur in chronic or acute rickettsial endocarditis, but Phase I antibodies are believed to be more specific for chronic infection and are usually present in Q fever endocarditis (Andrews & Marmion 1959) . A fall of Phase I antibodies may be expected when there is a clinically satisfactory response to treatment (D A McSwiggan 1972, personal communication) . The fall in titre in our patient is not yet significant.
There is no satisfactory bactericidal antibiotic for use in Q fever endocarditis. Tetracycline which has activity in culture and in vivo against R. burneti, has been the most widely used therapy in the published cases. However, doubt has been expressed as to whether cure has ever been achieved in this disease (Dr J H Darrell; see British Medical Journal 1968). Tetracycline therapy should be used for a long period or indefinitely. Lymecycline is a well-absorbed form of tetracycline with fewer gastrointestinal sideeffects (Elmes 1966) .
Valve surgery has been advocated both for the hemodynamic problem and to eradicate the rickettsial infection. Mechanical valve prostheses were preferred to homografts which could become infected (Kristinsson & Bentall 1967) . Recurrence of Q fever has been described in a homograft aortic valve replacement (Tunstall Pedoe 1970). However, Q fever endocarditis has also been described in a Starr-Edwards valve replacement (Morgans & Cartwright 1969) . At present the evidence that mechanical prostheses offer any advantage over homograft replacement is unconfirmed; our patient has no evidence of recurrence of endocarditis at six months after surgery.
